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[Abstract]  Objective: To detect the mechanism of silent information regulator 1 (Sirtl) in
regulating S-adenosylhomocysteine hydrolase (SAHH) in the early occurrence and development of
diabetic cardiomyopathy by establishingdiabetes rat model. ~ Methods: The type 2 diabetes rat model was
established by high fat diet with injection of streptozocin . The rats were randomly divided into control
group, early diabetes mellitus model group (DM group) and the group with treatment of Resveratrol

(RES group). RES group received 2. 5 mg/(kg * d) resveratrol by gavage for 2 weeks. HE staining was
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used to observe the morphological changes of myocardial tissue. Cardiac function indexes were examined
by echocardiography. High performance liquid chromatography (HPLC) was used to detect homocysteine
(Hcy), S-adenosylmethionine ( SAM) and S-adenosyl-I.-homocysteine ( SAH). The alterations of
SAHH and Sirtl in myocardia were determined by western blot.  Results; HE staining showed different
levels of infiltration by inflammatory cells and even degeneration in myocardial cells of DM group rats.
According to the HPLC results, the expression trends of Hey and SAH is opposite, the expression of
Hcy in DM model group increased, while RES group showed reduced expression trend, which showed a
significant difference with the DM group. However, the SAM did not have significant change between
the groups. Compared with the control group. the expression of SAHH increased in DM group, while in
the RES group, the expression declined compared with DM group. Correspondingly, the Sirt1 showed
the opposite trends (all P<C0. 01).

factors may be important mechanism during the occurrence and development of early diabetic

Conclusion: The expression of SAHH, Hcy and other related

. 349 .

cardiomyopathy, and the regulation of Sirtl on SAHH may be an important part of the mechanism.
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